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   ACID PHOSPHATASE ACTIV工TIES AND LDH ISOZYMES IN
        EXPERIMENTALLY INDUCED RENAL TUMORS
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                   Tcmoyuki lsi｛’iBF－
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            （Chairmct’n：Prof． H， IVihira， M． D．）
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   From the purpese of inducing renal turnors Wistar strain rats were fed on CE－2・ powder
focd suppvlied by・“Nlhon Clea” containin．cr 10 ．e／o of lead acetate．
   R一 enal and serum activities of lactic deh’ydrogenase （1．．DH）， alkaline phosphatase （AEP）， leucine
aminopeptidase （LAP） and total acid phosphatase （TAP） and LDH isozymes were determined
for the subsequentユ2 rnonths period． The results are sUmmarized as fo116ws。
   1． No significant． difference on LDH activities in seruni and the kidney tissue Was demon－
stratecl between experirnental group and contirols，
   2． LDH isozyme pattern of the kidney tissue showed higher values of M type arid the
fra． ction III and lo“rer value ox”’ H type in the experiin． ental group than that in the controls． ln
the serum．， however， the experimental group showed low’er M type and the fraction III ahd
slig’htly higher H type than that in t／”ne controls，
   3． A21’ activity”・of the kidney tissue was definitely lower in the experirnental group than
in the controls．
   Serurn A2P activity・ was also slightly lower in the experimental group than controls．
  4． LAP activi’t．y of the kidney tissue in the experirriental group definitely shoXved a decrease
in 4ccord．a？．iee wifh thg extension of the experimental perlGd． However， no significant diEference
of serum LAP activity’ was demonstrated between the experirnental group and ． contrgls．
   5． A slightly higb一 TAP activity vsras iound． in the．kidney tissue of the experimental group，

























































































 IV Leucine Aminopeptidase （LAP）
 A）組織
 対照は7．62～13．14×103GRUに分布し，その平均
            石部：泌尿器腫瘍と酵素V


























































































































Table 2；Epzyme activities of the serum algng with development．
reatmentMonthsLDH， total＞ lo2 wu LDH－M reoo／． DH－III％ LDH－H ％ AEP KAu
 L
×102 GRuTAP K．au
1 5．3 87．5 3．8 8．7 5．1 L9 14．1
2 8．1 ．87．2 4．5 8．3 4．0 1．6 11．7
3 5．9 87．8 4．4 7．8 4．9 L3． ．9．7 ．
4 ．4．7 86．6 4．5 8．9 4．6 L6 10．7
5 5．1 86．4 4．7 8．9 5．7 1．7 1工．9
6 3．6． δ9．6 3．5 69 4．3． L9 ／2．3
7 5．9 88．2 4．1 7．7 4．8． 2．5 ／2．DQ．
8 5．2 85．4 ．7．7 ．6．9 6．4 2．9 8．8
．9 4．9 88．4 4．0 7．6 3．1 2．8 9．6
10 7．9 87．4 4．3 8．3 1．9 2．5 10．2
11 7．4 85．5 6．9 7．6 6．2 2．9． ll．0
12 6．3 85．5 6．8 7．7． 5．7 2．5 11．○
Means 5．9 87．1 ．5．○ 7．9 4．7 2．2 1L1
























































































































Table 4． Enzyme activities of tlie serum during lead acetate carcinogenesis．
Treatrri．ent L LDYt， totai I Li：）H－IVI
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